. However, the real relatransduction through the catalytic module provides a tionship between conformational rearrangements in the paradigm for channel/enzyme operation and inteATPase cycle and channel gating has not been estabgrates membrane excitability with metabolic caslished.
We establish that conformational transitions in SUR graeber et al., 2000) , was estimated at 78.4 Ϯ 4.0 nmol govern K ATP channel opening and closing and form an P i /min/mg (n ϭ 9; Figure 1B ). Orthovanadate (1 M to internal signaling system driving channel gating. Re-1 mM) suppressed the NBD2 ATPase activity in a concruitment of SUR in a specific transition state was moducentration-dependent manner, with half-maximal inhibilated by channel regulators and integrated with cell metion achieved at 273 Ϯ 12 M (n ϭ 3-9; Figure 1C ). The tabolism through nucleotide exchange with cellular distinct ␥-phosphate analog, beryllium-fluoride, also inphosphotransfer. Assigning to the channel catalytic hibited the ATPase of NBD2. The NBD2 ATPase activity module a role in coupling ion permeation with intracelluwas reduced to 17.1 Ϯ 2.9 (n ϭ 9) and 4.5 Ϯ 1.8 nmol lar enzymatic pathways identifies a novel principle in P i /min/mg (n ϭ 3) by 1 mM orthovanadate and berylliumthe regulation of cellular excitability and defines an operfluoride, respectively. Thus, ␥-phosphate analogs, esational paradigm for channel/enzyme multimers. tablished tools to trap magnesium nucleotides in catalytic sites of ATPases, effectively suppressed the ATPase activity in the NBD2 of the sulfonylurea receptor. Results Figure 3C ). Decavanadate did not affect the ATPase inhibition of both native and recombinant K ATP channels ( Figures 4D and 4E ). The inhibitory effect of MgADP·BeF x activity of NBD2 which was 81 Ϯ 5 and 73 Ϯ 6 nmol P i / min/mg in the absence and presence of 1 mM decavanarequired not only the divalent cation, but also an intact NBD2 ATPase as it was abolished by the D1470N mutadate, respectively (n ϭ 3; Figure 3E) Figures  3F and 3G) in fact, been proposed to converge on K ATP channels 
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